such a disorder-the leuco-erythroblastic blood picture and histological evidence of haemopoiesis in the spleen, but the histological appearances of the bone marrow and biopsies were not those of myelofibrosis. The amount of bone marrow was excessive in both patients, despite extensive metastases in one of them (Case 1) and the absence of haemolysis or bleeding suggests that this cell proliferation was due to something other than simple compensatory hyperplasia. The monocytosis, present in both patients, could be a further manifestation of an abnormal marrow proliferation for, although blood monocyte counts are higher on average in patients with cancer, they rarely reach the level that was recorded in the first case (Barrett, 1970) , and a monocytosis has been described in other myeloproliferative states (Maldonado and Hanlon, 1965) .
Thus fibrosis of the bone marrow is not an essential feature of the myeloproliferative disturbance that has previously been described in patients with metastatic cancer. Furthermore, the failure to find tumour in the marrow of one of the present patients (Case 2) suggests that bone secondaries are not essential either. One explanation for this type of haematological complication of malignancy and of the myeloid metaplasia that has been described by others, is that some tumours elaborate a factor which stimulates fibroblastic, myeloid or erythroid activity to a varying degree and also interferes with the control of cell release from the bone marrow. This would not be surprising with an oat cell carcinoma whose capacity for synthetizing various polypeptides with physiological properties is well known. In addition this would support the suggestion that marrow fibrosis is not the initial event in the pathogenesis of agnogenic myeloid metaplasia. Table 1 . During this period, despite preservation of visual acuity, there was a marked deterioration in the fundal appearances with the development of bilateral subhyaloid haemorrhages ( Fig. 1) . Subsequently, lumbar pneumoencephalography showed small lateral ventricles ( Fig. 2) , centrally sited about the midline, a normal fourth ventricle and no evidence of a space-taking lesion or cerebellar ectopia. The CSF was normal, the protein being 0-1 1 g/l.
Progress
Dexamethasone 2 mg q.d.s. was commenced and intermittent 24%4 oxygen continued. The headache improved but at the time of discharge and again at review 6 weeks later there had been no appreciable change in the fundal appearances. Treatment at the time of discharge consisted of bendrofluazide 
Discussion
A patient with a long standing thoracic cage deformity and respiratory symptoms probably also associated with cigarette smoking, presented with progressively severe headache and high grade papilloedema. After investigations for an intracranial space-occupying lesion proved negative it was felt that the underlying cause was respiratory insufficiency. The duration of this was uncertain but it is known that carbon dioxide retention, hypoxia and respiratory failure can develop suddenly in patients with scoliosis and a rib cage deformity in their fourth and fifth decades (Godfrey, 1970) . A gradual resolution of the neurological symptoms and signs followed an improvement in cardiopulmonary function although at follow-up there was a persistent abnormality of the arterial blood gases.
The association between papilloedema and respiratory failure was first described in 1933 by Cameron and subsequently other reports appeared in the literature (Meadows, 1947; Simpson, 1948; Westlake and Kaye, 1954; Westlake, Simpson and Kaye, 1955; Sieker and Hickam, 1956; Conn et al., 1957 (Simpson, 1954 (Heyman, Patterson and Whatley Duke, 1952) and may be more important than hypercapnia in producingengorgement of the retinal vessels (Sieker and Hickam, 1956 (Rennie and Morrissey, 1975; Shults, and Swan, 1975; Wiedman, 1975) . Frank congestive cardiac failure has been prominent in cases in the literature and appears to contribute to the development of papilloedema. Although increased venous pressure per se, e.g. secondary to superior vena caval obstruction, need not produce raised intracranial pressure (Ferris, 1939; Hinshaw and Rutledge, 1942) , pulmonary congestion may cause a critical enhancement of blood gas abnormalities so that papilloedema results. Resolution of the papilloedema in this patient was protracted after her cardiopulmonary status improved but as Leggat (1958) pointed out it may persist for some time after hypercapnia and raised CSF pressure have disappeared. A recent study has shown an increased regional cerebral blood volume in benign intracranial hypertension although regional cerebral blood flow was marginally reduced (Mathew, Meyer and Ott, 1975) . These authors suggest that venous engorgement and increased intracranial blood volume are important in the pathophysiology of the raised intracranial pressure in benign intracranial hypertension. The patient described in this report had cerebral vasodilatation and, presumably, increased cerebral blood flow, although there are no measurements of this or of intracranial blood volume. The ventricles at air encephalography were relatively small and their size was disproportionately less than might have been anticipated in a subject of her age with the amount of air seen over the convexity of the cerebral cortex. The radiological appearances confirmed that the reason for the surprising previous failure to cannulate the ventricles in the presence of raised intracranial pressure was their size. This is of interest as the situation resembles that seen in benign intracranial hypertension. Cerebrovascular engorgement following obstruction of major dural sinuses, both internal jugular veins or the superior vena cava in association with benign intracranial hypertension has been documented (Bradshaw, 1956; Greer, 1962) . The findings in the present patient provide additional support for the idea that disorders of cerebral vascular dilatation playa significant role in the pathogenesis of benign intracranial hypertension, although the primary aetiology may vary in individual cases.
Introduction
An association between Aspergillus infection and tuberculosis has long been recognized (Virchow, 1856; Lapham, 1926) . Aspergillus is generally considered a harmless secondary saprophyte. A patient is described who developed concurrent miliary tuberculosis and disseminated aspergillosis, and whose clinical features suggested that both infections contributed to his illness.
Case report
A 42-year-old labourer presented with an 11-day history of an influenza-like illness. Six months and 1 month previously he had suffered two similar but milder episodes of illness, from which he recovered spontaneously. Otherwise he had been physically fit. On examination he was pale and ill.
He had a temperature of 380C, a membranous tonsillitis and a palpable liver and spleen (both one inch below the costal margin).
Initial After obtaining cultures of blood, urine and faeces, he was treated with gentamycin and flucloxacillin without benefit. On the fourth day, after a lumbar puncture, he started treatment with streptomycin, isoniazid and ethambutol. Forty-eight hours later his temperature fell to normal, but after a further 48 hours he again developed a remittent pyrexia. During the next 10 days his condition deteriorated. Serum albumin fell to 26 g/l, alkaline phosphatase rose to 258 i.u./J (36 KAu.) and aspartate transaminase rose to 67 i.u./I. After a total of 13 days' treatment he developed a skin rash and antituberculous therapy was stopped. A trephine biopsy of the iliac crest showed reduced haemopoietic cells with increased lymphocytes, suggesting the possibility of lymphosarcoma. On the twenty-eighth day, exploratory laparotomy revealed small nodules up to 0-8 cm in diameter in the liver and spleen.
Liver biopsy, lymph node biopsy and splenectomy were performed.
Following the histology report he started amphotericin intravenously and ethambutol, isoniazid and rifampicin orally. At the same time the original specimen of bone marrow grew acid-fast bacilli. Although his temperature started to settle, he remained desperately ill and died suddenly 5 days later.
Biopsy and post-mortem findings
Histology of the liver and spleen showed granulomas consisting of round collections of histiocytes
